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A. Personal Statement 
 
The main objective in my laboratory is to understand the molecular defects (both genetic and epigenetic) that 
contribute to malignancy of human epithelial cells. I have over 25 years of experience using tractable human 
mammary epithelial cell culture systems to model processes involved in immortal and malignant transformation 
of this cell type, the precursor of most human breast cancers. My group is widely recognized for work on the 
molecular mechanisms that limit the proliferative potential of human breast cells. In addition, we have 
successfully elucidated the regulation and function of the ZNF217 oncogene, and defined factors involved in 
regulation of the hTERT gene - encoding the catalytic subunit of telomerase. In recent studies supported by an 
NIEHS/NCI sponsored Breast Cancer and the Environment Research Center and NASA, we have used 
cultured primary human breast cells to study the effects of radiation - a prototypical carcinogen, on the 
regulation of epithelial cell self-renewal and differentiation. Our published work indicates that limits, including 
those imposed by the tumor suppressor protein p16INK4A, on the proliferative potential of normal cells may be 
consequences of pathways that exist to suppress tumorigenicity.  However, these same senescence pathways 
may also contribute to aging by limiting the self-renewal capacity of normal stem/progenitor cells.  I am 
currently an affiliated member of the Berkeley Stem Cell Center, and a preceptor in an NIH funded Biology of 
Aging Training Program jointly administered by LBNL and the Buck Institute. I have mentored 25 post-docs 
since 1993, many of who have gone on to successful careers in academia and industry.  
 
B. Positions and Honors 
 
Professional Experience 
1981-1982 Graduate Teaching Assistant, Division of Biology and Medicine, Brown University 
1985-1987 Research Fellow, Dept. of Cancer Genetics, Dana-Farber Cancer Inst., Harvard Medical School 
1987-1988 NRSA Fellow, Dept. of Cancer Genetics, Dana-Farber Cancer Institute, Harvard Medical School 
1988-1990 NRSA Fellow, Dept. of Cell and Molecular Biology, Lawrence Berkeley National Laboratory, 

University of California 
1990-present Staff Scientist, Life Sciences Division, Lawrence Berkeley National Laboratory, University of 

California 
1998-2009  Member, UCSF Comprehensive Cancer Center 
 
Professional Service 
1996-1999 Instructor – National Breast Cancer Coalition Project LEAD 
2001 Ad hoc member, Pathology C Study Section, NIH, Center for Scientific Review 
2002 Ad hoc member, Cancer Mol. Pathobiology Study Section, NIH, Center for Scientific Review  
2004 Co-Chair - Senescence & Immortalization Minisymposium, AACR Ann. Mtg. Orlando, FL 
2005-2009 Ad hoc member, Molecular Oncology Study Section, NIH, Center for Scientific Review 
 
Awards: 
1980, University Fellowship, Brown University; 1983, NIH Predoctoral Traineeship; 1987, NRSA Postdoctoral 

Fellowship; 2011, Honor Thy Healer Award for Community Breast Cancer Research, Zero Breast Cancer 
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D. Research Support 
 
ONGOING 
 
U01 ES019458 (Werb/Yaswen) 09/01/10 – 04/30/15 
National Institute of Environmental Health Sciences Subcontract to LBNL from UCSF    
Environmental Effect on the Mammary Gland across the Lifespan 
The intent of this project is to use human breast cells to develop a tissue specific risk model representing two 
major processes in carcinogenesis. While it is not currently possible to simulate oncogenic progression in its 
entirety using human cells, aberrant differentiation and self-renewal are important surrogate endpoints that can 
be used directly in estimates of cancer risk. 
 
17UB-8708 (Vulpe/Yaswen)   08/01/11 – 05/31/14 
California Breast Cancer Research Program  
Building on National Initiatives for New Chemicals Screening     
We will adapt cell-based tests used by EPA to make them relevant to breast cancer by transferring the 
methods into breast cells. We will also develop new tests to fill gaps in current testing methods, for example 
tests that measure changes in mammary-cell specific enzymes involved in estrogen production. By comparing 
the effects of chemicals that we know cause tumors in animal studies (carcinogens) to those chemicals that do 
not (non-carcinogens), we will be able to identify a set of tests that can help predict which chemicals might 
raise the risk of the disease. 
 
RECENTLY COMPLETED 
 
NNA10DE03I (Yaswen)  03/01/10 – 02/28/13 
National Aeronautics and Space Administration 
Epigenetic effects of radiation on epithelial cell self-renewal 
Using a three-dimensional cell culture system that supports tissue-like behavior of human breast cells, we will: 
1) determine the effects of ionization density and dose on the frequency of self-renewal versus differentiation, 
2) identify biochemical pathways that show persistent changes as functions of ionization density and dose, and 
3) use genetic manipulations to test the mechanistic involvement of discrete pathway components in persistent 
radiation quality effects. 
 

 


